Background: Type 1 diabetes mellitus (T1DM) results from the destruction of pancreatic beta cells,
Introduction:
Infection with parvovirus is very common and occurs worldwide. Acquisition is often during childhood and continues at lower rates throughout adulthood. Infectivity is more common in winter and spring.
The clinical spectrum of disorders were variable. Beside known outcomes, hepatitis and acute liver failure could be developed <1>. Diabetic ketoacidosis (DKA) is a rare complication of diabetes mellitus. There is an increase of ketone bodies due to lipolysis. Ketone body accumulation leads to acidosis. The acidosis state of DKA could cause multiple organ failure and a threat to human life <2> .
Here, we describe a patient with type 1 diabetes mellitus (T1DM) and DKA who also had fulminant acute hepatitis triggered by PB19. Close clinical and biochemical monitoring is necessary for successful management.
Case Presentation
The patient who was 9 years 9 months old boy was admitted to the hospital with complaints of polyuria, polydipsia, decreased appetite, hyperglicemia for two days. His medical history was normal.
There was no record of transfusion. He had also hypoglicemia episodes as well as hyperglicemia for one week. He has been followed with T1DM for 3 years. In physical examination vital signs were normal. The patient's weight was 24,5 kg (-1,48 SDS) and his height was 133,2 cm (-0,56SDS). Body mass index was 13,81kg/m2 (-1,95SDS). He had second degree dehydratation signs. The liver was palpable 4 cm in the right hypochondrium, but it was smooth and non-tender. There was 3 cm splenomegaly. Other systemic examination findings were normal. Blood gas analysis showed a pH 
Discussion:
The clinical spectrum of disorders that are associated with PB19 infection is wide. Erythema We considered that acute deterioration of liver functions by PB19 infection diminished insulin clerance and resulted in both hyperinsulinemia and hypoglicemia. PB19 infection can cause acute hepatitis, the role of parvovirus infection as a trigger of both hepatitis and DKA with hypoglicemia episodes has not been defined. To our knowledge this is the first report of DKA and acute fulminan hepatitis due to
